in a flask with tissue (see Fig. 1 ). Correction of the total phosphate released for that due to nonenzymatic (lead-catalyzed) hydrolysis therefore gave negative values (plotted as zero)
in Figure  2 . Next, the phosphate bound to tissue (0, Fig. 2 6 mM lead (0, Fig. 3 ) was maximal with 2 mM ATP and then decreased as more ATP was added.
In the presence of tissue, total phosphate release coincided with the increase in lead-catalyzed ATP hydrolysis until the ATP concentration reached 2 mM. With higher concentrations of ATP, phosphate release in the presence of tissue increased beyond that observed in the absence of tissue.
Again, phosphate generation due to tissue could be estimated from the difference between the two curves.
Correction of total phosphate release in the presence of tissue for the contribution due to lead-catalyzed hydrolysis again gave negative values (plotted as zero) with ATP concentrations below 2 mM (5, Fig. 4 ).
Inhibition of enzyme activity by lead and its dependence
on ATP concentration are also illustrated (Fig. 4) to tissue. Data on ATP hydrolysis ( Fig. 3) 
by comparison of ATP hydrolyzed by tissue in the absence of lead (X) and in its presence

